Evidence has been presented that in some species, seminal plasma proteinase inhibitor is added to spermatozoa and removed again while the spermatozoa reside in the female genital tract (Zaneveld, Srivastava & Williams, 1969 . It was further established that the presence of proteinase inhibitors on spermatozoa prevents fertilization (Stambaugh, Brackett & Mastroianni, 1969; Zaneveld, Robertson & Williams, 1970; Zaneveld, Robertson, Kessler & Williams, 1971) . This antifertility effect is probably obtained by inhibition of the sperm acrosomal proteinase (acrosin), an enzyme that appears essential for the penetration of the spermatozoon through the zona pellucida. Recently, the acrosomal proteinase of ejaculated human spermatozoa was partially purified and characterized (Zaneveld, Dragoje & Schumacher, 1972 (Zaneveld et al., 1972 The Fraction II inhibitor inhibits human acrosomal proteinase rapidly (Text- fig. 1 ) and in very small amounts (Text- fig. 2 ). From the linearity of the inhibition curve (Text- fig. 2 ), it can be concluded that 1 mol enzyme reacts with 1 mol inhibitor (Laskowski & Sealock, 1971 fig. 1 ). This correlates with the relative effect of these inhibitors on bull (Suominen & Niemi, 1972) and boar (Fritz, Forg- (Fink et al., 1971; Suominen & Niemi, 1972) The results show that the Fraction II inhibitor effectively inhibits the human acrosomal proteinase. Since, in addition, the properties of the inhibitor prepared from human sperm acrosomes are identical to those of the Fraction II inhibitor (Zaneveld et al., 1972 ), it appears likely that the Fraction II inhibitor is the one involved in the reproductive process. The high association constant of the Fraction II inhibitor, which in reality may be even somewhat higher than that calculated for 5 min of incubation since complete inhibition was not obtained until a few minutes later (Text- fig. 1 (Ericsson, 1969; Oliphant & Brackett, 1972) , possibly resulting in the removal of inhibitor from the spermatozoon, thus allowing the enzyme to exert its activity. Some evidence for the localization of the inhibitor on the surface of the acrosome can be surmised from the results of Hirschhauser & Baudner (1972) , which showed that seminal plasma trypsin inhibitor antibodies bind to the sperm head. Both hypotheses explain the fact that natural trypsin inhibitors do not prevent fertilization if added to ejaculated spermatozoa before deposition in the vagina (Schumacher, Swartwout & Zuspan, 1971) , but do interfere with fertility on addition to capacitated spermatozoa before insemination into the oviduct (Zaneveld et al., 1971) . In contrast, synthetic proteinase inhibitors such as tosyl-lysine chloromethyl ketone (TLCK, mol. wt. = 363) that most likely pass through the outer acrosomal membrane and form an irreversible complex with the acrosomal proteinase, prevent fertilization on incubation with ejaculated as well as capacitated spermatozoa (Zaneveld, Robertson & Williams, 1970) .
